Multiple sclerosis (M.S.) is a disease characterized by geographical distribution, higher incidence in young females and a variable clinical course, which often consists of acute exacerbation of neurological symptoms and periods of quiescence . The pathology consists of multifocal demyelination more commonly in the optic nerves and chiasm, spinal cord, brainstem, adjacent to the lateral ventricles and in the periphery of the cortical gyri (Lumsden, 1970). Newly formed plaques display great cellular and enzyme activity throughout, while established active lesions display similar changes at the edges only and long-standing burn-out plaques consist almost exclusively of dense astrogliosis (Adams, 1975). Although it is widely accepted that exacerbation and remission of M.S. are temporally related to evolution of the plaques, routine clinico-morphological correlation was impossible prior to computed axial tomography (C.T.). Acute plaques more than 2cm in diameter had been demonstrated by increased isotope uptake on gamma encephalograms (Antunes et al, 1974 ), but the appearances were not specific. This report illustrates the spectrum of C.T. abnormalities observed in M.S., including the less commonly reported contrast-enhancing low density hemispherical lesions caused by acute plaque formation which may give rise to diagnostic difficulties.
re-admission in November, 1981, general examination was unremarkable. There was ataxia of gait, dysarthria and bitemporal pallor of the optic discs. Bilateral internuclear ophthalmoplegia, dysmetric saccades and broken smooth pursuit eye movements were noted. There was bilateral limb ataxia and pyramidal tract signs. Cerebrospinal fluid protein was 60mg/100ml. Protein electrophoresis showed an oligoclonal pattern. Visual evoked responses showed symmetrical delay. C.T. scan showed enlargement of the lateral and third ventricles with prominent cerebral cortical sulci and Sylvian fissures. Multiple low density lesions were present adjacent to the lateral ventricles ( Figures  1 and 2 ). The patient was discharged with a diagnosis of «progressive probable* M.S. (MacDonald, 1975) .
Case 2 (MECJ -A 28-year old female had been well until 2.5years previously, when after an episode of arthralgia, she developed numbness of the left shoulder, followed by weakness of left leg, unsteady gait and severe lethargy. These symptoms appeared over a period of two weeks and precipitated admission to another hospital in March, 1979 . General physical examination was unremarkable. Cranial nerves were normal.
There was bilateral limb ataxia and left-sided pyramidal tract signs. Light touch, pinprick and vibration sensations were decreased on the left arm. Routine blood tests, virological screen, Kveim test, serology and immunological studies were all normal.
Paul Bunnell screen test was positive. Cerebrospinal fluid protein was 73mg/100ml (IgG»=7mg/100ml). Radio-isotope studies of bone and liver, biopsy of liver, muscle and jejunum, radiology of skull, spine, renal and gastro-intestinal tracts were normal. C.T.
scan (20-03-1979 ) showed a number of low density well demarcated lesions in both hemispheres which enhanced markedly after intravenous contrast (Figure 3 ). Visual evoked responses were normal. While in hospital the patient developed diarrhoea, signs of respiratory tract infection, cervical lymphadenopathy and her neurological state deteriorated with upper neurone right facial weakness, pyramidal signs on the right leg and ataxia of gait. Over the next few weeks she improved steadily but still complained of malaise and tiredness when discharged in late April, 1979, with a diagnosis of possible encephalitis related to infectious mononucleosis. In August, 1979, she was re-admitted to the same hospital with ill-defined malaise. Pallor of the left optic disc and fine horizontal nystagmus to the left were noted. C.T. (3-9-79) showed regression of most of the previously noted enhancing low density lesions 
SUMMARY
Computed axial tomography (C.T.) findings are illustrated in 3 patients who presented with C.T. changes suggesting respectively chronic M.S., acute M.S., and an appearance simulating a malignant tumour. Review of the literature shows that the chronic form with cerebral atrophy and low density lesions in the hemispheres is common in patients with a long history and is unlikely to cause diagnostic difficulty. The acute presentation is less common and could be confused with a variety of causes of multiple low density enhancing lesions. The C.T. diagnosis of M.S. is more difficult in rare cases in which plaques cause mass effect and show ring enhancement; all 3 such cases in the literature were subjected to cerebral biopsy.
RESUMO

Tomografia axial computadorizada e diagnóstico de esclerose múltipla.
Os achados na tomografia axial computadorizada (C.T.) são descritos em e pode ser confundida com várias causas de lesões de baixa densidade que acumulam contraste intravenoso homogeneamente. O diagnóstico por C.T. é especialmente difícil quando as placas de desmielinização causam efeito de massa com deslocamento de estruturas cranianas mediais, e padrão em anel após injeção intravenosa de contraste. De 3 casos da literatura incluindo um apresentado neste trabalho, todos necessitaram biópsia cerebral para excluir causas tratáveis.
